Introduction
The pericentric inversions are estimated to occur in frequency of 0.12-0.7%, and most commonly discovered in chromosome 1, 9, 16 and Y 1) . Pericentric inversions are usually benign and do not cause any phenotypic effects. However, those inversions can cause an abnormal pregnancy or abnormal offspring by production of recombinant unbalanced gametes [1] [2] [3] [4] [5] [6] [7] [8] . The present report describes a case of pericentric inversion 22 in a female experiencing repetitive pregnancy loss and fetal hydrops, which may have been caused by unbalanced recombinant derived from maternal inv(22)(p13q22). Pericentric inversion is not rare in humans and is usually benign. However, pericentric inversion can lead to production of an unbalanced recombinant and might be a cause of repetitive pregnancy loss. Pericentric inversion of chromosome 22 is rare and only a few cases have been reported. We report a case of inv(22)(p13q12) carrier who had history of repetitive pregnancy loss including three spontaneous abortions and one fetal hydrops in which the chromosomal complement was rec(22)dup(22q) inv(22)(p13q12)mat. The maternal inv(22) and fetal rec(22) were confirmed by fluorescence in situ hybridization using region-specific probes (TUPLE1 on 22q11.2 and ARSA on 22q13). Because the identification of inv(22) or rec(22) in conventional karyotyping might be easily overlooked, great attention and additional molecular tests are required for accurate diagnosis of inv (22) (Fig. 2A) . In the maternal FISH analysis, one orange signal and one green signal were found on both chromosome 22, but each signal was located on each arm of inverted chromosome 22, compared to the location of all signals on only one arm of normal chromosome 22 (Fig. 2B) . Therefore, the karyotype of fetus was established as 46,XX,rec (22) 
Discussion
In our knowledge, only eight cases about inv (22) have been reported in the literature [1] [2] [3] [4] [5] [6] [7] [8] . Most of the cases were of liveborn patients who displayed a partial trisomy of 22q due to rec(22) derived from a parental inv(22) carrier. The eight cases shared a similar phenotype such as mental retardation, growth retardation, cleft lip/palate, micrognathia and microcephaly, which have been found in other types of partial trisomy 22 syndrome. In one case, partial monosomy of 22q was derived from a familial inv(22)(p11q12) 4) . That patient also revealed some abnormalities, such as mental retardation and dysmorphic phenotypes. In some of the eight cases, the inv(22) carrier parents experienced abnormal pregnancy histories that included repetitive pregnancy loss; whether this is consistent with all the cases is unknown, since not all the reports described the pregnancy history. In our case, the patient experi- . The latter study also suggested that the cause of underestimation of rec (22) is due to the difficulties in detecting rec (22) through conventional karyotyping analysis. Detection of rec(22) is somewhat difficult due to small size and morphologic similarities with normal variant 22 having 
